The haemorrhagic disorders have afforded interesting problems in medicine and surgery for thousands of years. More advances have been made in our knowledge of these conditions since the turn of the century than in any previous halfcentury since probable haemophilia was described in the Jewish Talmud in the second century A.D. It is impossible to detail the whole field here, but some of the diagnostic and therapeutic problems which have been of special personal interest for many years will be given more fully. Elsewhere (Rastall, I958) . Some Io of these patients who bled for more than 48 hours after -dental extraction had haemorrhagic disorders, the rest being due to sepsis and trauma. I4, 1957. to be associated with a platelet and/or capillary defect such as leukaemia, carcinomatosis, myelomatosis and aplastic anaemia favour the former group. Haemorrhage which is not limited to skin and mucous membranes and that usually related to trauma (deep haematomata, haemarthroses), favour a coagulation defect, as does slow persistent oozing from the skin and/or mucosae.
Tests for Capillary and/or Platelet Abnormalities
These include capillary resistance tests of tourniquet and negative pressure types, the bleeding time, platelet count and morphology, microscopy of the nail-fold capillaries, and bone marrow examination.
Haemorrhage due to Capillary Defects Symptomatic
Infections including bacterial endocarditis, in fluenza, nephritis, scarlet and typhoid fevers, and meningococcal septicaemia may also be associated with thrombocytopenia in the severer phases. Drugs and poisons causing this type of purpura include quinine, largactil, belladonna and snake venom. Scurvy, metabolic states (anoxia, hypertension, diabetes mellitus, uraemia-there may also be thrombocytopenia and/or thrombocytopathy here too-hypothyroidisni), and mechanical trauma (convulsions, whooping cough, etc.) may be responsible. Finally, senility is a not uncommon cause of purpura, especially on the backs of hands and wrists.
Allergic Purpuras and Sneddon's Purpura Henoch and Schonlein purpuras and purpura simplex constitute the main group. Here the purpura is due to protein sensitivity and may be precipitated by a food, e.g. tomato or by an infection, especially streptococcal, or there may be no such apparent factor. It is probable that there is a close connection with rheumatic fever and acute nephritis.
Attacks of fine purpura, accompanied by malaise, occur especially on the limbs in purpura simplex. 
Haemorrhage due to Platelet Defects

Drugs
These are a common cause of purpuric eruptions, and a careful history with persistent leading questions may be necessary. They may act as Sedormid (Ackroyd, i949a, i949b, I95i) and quinidine (Bolton, I956) by the production of a thrombocytolysin, although even here a capillary factor is involved (Ackroyd, I955 Very rare diseases somewhat resembling this are hereditary haemorrhagic thrombasthenia, and granulopenic thrombopathy. Both are associated with a normal platelet count, but with abnormal platelet function.
Massive Blood Transfusion
This may cause thrombocytopenia even though the blood be compatible (Krevans and Jackson, 1955) .
Thrombotic Thrombocytopenic Purpura
Symmers (I956) has reviewed this rare disease of unknown aetiology, which is characterized by thrombocytopenic purpura, haemolytic anaemia and transient neurological signs and symptoms. Platelet thrombi are found in large numbers in arterioles and capillaries throughout the body.
Haemorrhagic Thrombocythaemia
Elderly males especially suffer from this rare disease which is characterized by increased (functionally defective) platelet production in the bone marrow and by thromboses and haemorrhages, and sometimes splenomegaly. The author has found splenic irradiation, triethylene melanine, and chlorambucil to be helpful therapeutic agents in this condition. Haemorrhage due to Defects in Blood Coagulation These may be divided into those due to (I) a deficiency of plasma factors, (2) circulating anticoagulants, (3) fibrinolysis, and (4) dysproteinaemias. Possible methods of investigation and differentiation are given by Biggs and Macfarlane (1957) , to whom the author is greatly indebted, and by Blackburn (I955).
Hereditary Defects
Haemophilia and Christmas disease are inherited typically as sex-linked recessive factors, the male suffering from the disease and the female transmitting it. A non-sex-linked dominant history is found in congenital factor V and factor VII deficiencies, while congenital fibrinopenia is transmitted as a non-sex-linked recessive factor and there is usually a history of cousin intermarriage. Abnormal Haemophilia is the subject of a separate paper in this journal. It is probably the best-known member of this group of diseases and its separation from the serum (not plasma) deficiency of Christmas disease is largely thanks to the work of Biggs and Douglas (I953) on the thromboplastin generation test (T.G.T.). Since then a number of other and rarer thromboplastin generation deficiencies have come to light, e.g. Stuart clotting defect (Graham, Barrow and Hougie, 1957) , Hageman factor deficiency (Jim and Goldfein, I957), plasma thromboplastin antecedent (P.T.A.) deficiency (Rosenthal, Dreskin and Rosenthal, 1953) , P.T.F.-D. deficiency (Spaet, Aggeler and Kinsell, 1954) , and Prower factor deficiency (Denson, 1958) . These factors seem to be definite entities as shown by cross-correction tests, apart from the Stuart and Prower factors which are probably identical (Dische, 1958 (Wilkinson, Nour-Eldin and Israels, 1958 (I955) review these and other therapies.
Factor V (labile factor) deficiency gives an abnormal i-stage prothrombin time and a plasma deficiency in the T.G.T. It may be congenital and occurs more commonly in liver disease, leukaemia, carcinomatosis, acute infections, and following massive blood transfusions.
Factor VII deficiency is associated with an abnormal i-stage prothrombin test, but the T.G.T. is normal. It is usually associated with true prothrombin deficiency in obstructive jaundice, steatorrhoea and treatment with the dicoumarin drugs. Rarely the deficiency may be congenital.
True prothrombin deficiency, in which the I-stage prothrombin test may be normal or near normal thus requiring a 2-stage test for its demonstration, may be congenital extremely rarely. It occurs in liver disease, during treatmnent with the dicoumarin group of drugs and in the vitamin K deficiency of the newborn.
Fibrinogen deficiency is very rarely congenital, and may be found in liver disease, tuberculosis, scarlet fever, and fibrinolytic syndromes.
Finally, plasma defects may occur in combination, e.g. factor VII plus Christmas factor deficiency, factor V deficienty plus haemophilia, etc.
CIRCULATING ANTICOAGULANTS
These may represent antibodies formed by transfusion or pregnancy. They may interfere with human thromboplastin formation and utilization, or be of heparin type following especially irradiation and other antimitotic therapy. While some cases are idiopathic, others are associated with collagen diseases and infections such as tuberculosis. Hougie (I955) reviews the field.
DEFIBRINATION SYNDROMES
These occur in pregnancy (premature separation of the placenta, intrauterine death, amniotic embolism, hydatidiform mole), following operations on the lung and brain occasionally, and in relation to prostatic disease, especially malignant. Fibrinolysis may also be stimulated by plasma or blood transfusion reactions, and occur in cirrhosis of the liver and in leukaemia. Of the rapid methods for fibrinogen assay, one has found that of Scott (I955) to be particularly useful. The I-stage prothrombin test and the platelet count may be abnormal too. Treatment with fibrinogen intravenously has dramatic results (Swan, Wood and Daniel, 1957) , while fresh blood is needed in associated factor V deficiency, and parenteral calcium with renal damage. Dextran should be avoided as it forms a dextran-fibrinogen complex.
DYSPROTEINAEMIAS
Idiopathic hyperglobulinaemia which occurs almost entirely in women, is associated with chronic benign purpura especially of the legs. Involvement of salivary and lachrymal glands causes dry mouth and eyes and there may be enlargement of the spleen, liver, and lymph nodes.
Macroglobulinaemia occurs in elderly men. Bleeding from the mucosae and rarely purpura, with fractures of vertebrae and abnormal lymphocytes and mast cells in the bone marrow are the main features.
Cryoglobulinaemia, in which a gamma globulin crystallizes in the cold in blood and urine and redissolves on heating, may cause purpura, urticaria and Raynaud's phenomenon. It occurs in some cases of leukaemia, myeloma, rheumatoid arthritis, and hepatic cirrhosis.
Amyloidosis may cause purpura by infiltration of the vascular wall with amyloid material.
Conclusion
Although 
